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Cartilage components are considered a source of antigens that could continously fuel tissue-specific immune reactions directed to the joints. One of the structural components is collagen type II (CII), the predominant collagen type in cartilage. Immunization with CII is associated with the development of an experimental autoimmune arthritis in mice and rats \[[@B1],[@B2]\]. Collagen-induced arthritis (CIA) is a relevant experimental model for rheumatoid arthritis (RA) \[[@B3]\]. The induction of CIA is critically dependent on immunization with CII in its native conformation, and the onset of arthritis is preceded by an early rise in IgG autoantibodies (Abs) that are specific for triple helical structures on CII \[[@B4]\]. The preparation of a large panel of recombinant chimeric collagen molecules enabled us to determine precisely the epitopes on CII that are recognized by monoclonal antibodies established from arthritis prone DBA/1 mice \[[@B5]\]. The insertion of a series of CII cassettes into the triple helical recombinant collagen X allowed the identification of 5 triple helical immunodominant domains of 5-11 amino acid length, to which the majority of the mAbs bound \[[@B5]\]. In addition, a separate epitope has been identified that seems to be a major target of the B-cell response in the rat model of CIA. Interestingly, some of the epitopes that have been characterized in the rodent arthritis models are also target structures of the CII-specific IgG response in patients suffering from severe RA. The results indicate that the arthritogenic B-cell response is directed to evolutionary conserved CII-structures.
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